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Therapeutic effects of augmenter of liver regeneration recombinant plasmid on rats with

hepatic fibrosis
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Public Health, Hebei Medical University, Shijiazhuang 050017, China)

Abstract: Objective To study the effects of eukaryotic expression plasmid of augmenter of liver regeneration
(ALR) on rats with immune hepatic fibrosis and to explore their molecular mechanisms. Methods — Ten of 50 Wistar
rats was used as normal control and 40 were established as hepatic fibrosis models by administration of porcine serum
intraperitoneally twice a week for 8 weeks. The model rats were randomized into 4 groups: model group, colchicine
group (Col), ALR with simultaneous porcine serum injection (ALR,) group, ALR without simultaneous porcine se-
rum injection (ALR,) group. Saline of 0.5 ml was given in control group once a day, colchicine of 0. 14 mg/ml was
given in Col group once a day. ALR recombinant plasmid of 200 pg/kg was injected through caudal vein in ALR, and
ALR; once a week. Four weeks later, fifty rats were all sacrificed and the blood sample and liver tissue were dectect-
ed. Serum indicators were detected and histopathological changes were graded. Expression of type [ . [l collagen,
TIMP-1 and ALR were detected by immunohistochemistry and expression of TIMP-1 mRNA was detected by RT-PCR.
Results  The hepatic fibrosis in ALR, and ALR, groups was improved as compared with model group. The level of
type |, Il collagen and TIMP-1 by immunohistochemistry in ALR, and ALR; groups were significantly lower than
that in model group. But ALR expression was more visible in ALR; and ALR, groups. The expression level of TIMP-
I mRNA in the liver tissues of ALR; and ALR, groups was markedly decreased as compared with that in model group
and the ALR level in ALR, group was also markedly decreased as compared with Col group and ALR, group. Conclu-
sion  ALR recombinant plasmid can ameliorate the hepatic fibrosis of rats through the depression of TIMP-1 expres-
sion and promotion of the catabolism of hepatic ECM.
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Immunohistochemical results of TIMP-1 expressed in rat liver

tissue of ALR; group (S-Px 200)
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Fig 2 Immunohistochemical results of ALR expressed in rat liver
tissue of ALR; group (S-Px 400)
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A: Expression of B-actin mRNA in different groups by RT-PCR; B: Ex-
pression of TIMP-1 mRNA in different groups by RT-PCR; 1: ALR;; 2:
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3 TIMP-1 mRNA &AM FiL
Fig 3 Expression of TIMP-1 mRNA in different groups
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